
Figure. S1 

 
Fig. S1 Temporal pattern of the expression of miR-1 in neural crest cells during 
embryonic development as determined by qPCR (the experiment was repeated three 
times). Data are expressed as the mean ± SD n =3, *P < 0.05. 



 
Figure. S2 

 
Fig. S2 The identity of the differentially regulated proteins and their fold regulation. 



 
Figure. S3 

 
Fig. S3 Pax7-3ʹUTR had a binding site for miR-1, but the function of miR-1 is 
indirect by the way of its target Pax7. (A) Pax7-3ʹUTR binding site of miR-1 was 
predicted using TargetScan. Mutant 3ʹUTR of pax7 in dual luciferase reporter 
plasmids. Overexpression of miR-1 (miR-1-pre) reduced pax7-3ʹUTR luciferase 
activity in vitro, but not the luciferase activity of mutated pax7-3ʹUTR. Three 
independent experiments were performed, and each experiment was carried out in 
duplicate (B). (C) The defects in melanophores and iridophores were not reversed in 
embryos co-injected with both miR-1 MO and pax7 MO. (D) The craniofacial 
cartilage were not corrected in embryos co-injected with miR-1-MO and pax7-MO. 
microRNA-1, miR-1; morpholino, MO. 


